Factor X deficiency is usually inherited. 1 Of the acquired forms some are transient, possibly associated with infection, and, in these, spontaneous intracerebral haemorrhage does not seem to have been reported.
CASE HISTORY
A previously well man of 66 attended his local accident and emergency unit after two weeks of fevers and two days of apparent confusion. His general practitioner had started him on erythromycin a week previously for a presumed chest infection (he was penicillin allergic). On examination the chest was clear clinically and radiologically. When he proved to have frank haematuria a urinary tract infection was suspected, but the midstream urine revealed no organisms and produced no growth. Blood cultures were also negative. The international normalized ratio (INR) was high at 5.4 (normal 0.9-1.2) and the activated partial thromboplastin time (APTT) ratio was 2.6 (0.9-1.2). The platelet count was within the normal range at 342610 9 /L. A value of 0.2 mg/mL for latex D-dimers (normal 50.5) excluded disseminated intravascular coagulopathy. Liver function was normal. There was no personal or family history of bleeding diathesis and he had never taken warfarin.
A 50/50 mix of the patient's plasma with normal plasma corrected the clotting indices to INR 1.7, APTT ratio 1.2. Coagulation factor assays (in iU/dL, normal range for all 50-200) were: factor II, 37; factor V, 38; factor VII, 48; factor VIII 158; factor IX, 147; factor X, 3. Thus factor X was very low, with factors II, V and VII just below normal. Acquired factor X deficiency was diagnosed and the patient was treated with 10 mg intravenous vitamin K, 15 mL/kg of fresh frozen plasma, and 3180 iU factor IX concentrate (HIPFIX-SNBTS), which also contains factor X. His factor X rose to 26 iU/dL. After a further dose of 3000 iU factor IX concentrate the INR was 1.9, APTT ratio 1.6, and factor X 52 iU/dL.
Over the two days from presentation the patient showed worsening expressive dysphasia, and CT of the brain revealed a moderate-sized left (dominant) hemisphere intracerebral haemorrhage without significant midline shift. By the time of transfer to the neurosurgical unit he was almost aphasic. Since he was fully alert, initial management was conservative, while his clotting was further corrected with coagulation factor infusions. After 5 days on the unit, factor X was 51 iU/dL and INR 1.29. Nevertheless, the patient's level of consciousness dropped rapidly on day five and repeat CT (Figure 1) showed extension of the original haemorrhage, this time with midline shift. The haematoma was evacuated the same day and the patient made an excellent recovery, becoming fully alert and mobile with only mild residual expressive dysphasia. Throughout the recovery phase his INR, APTT ratios and factor X concentrations remained normal without further infusions. 
